I NTRACRANIAL aneurysms are well recognized as an important cause of oculomotor palsies. In 1967, we documented the clinical course and pattern of recovery in a large series of patients. 2 The present report, based upon review of the same group of patients recalled for evaluation, is concerned with correlation between degree of recovery from the acute oculomotor palsy and the therapeutic approach utilized.
Clinical Material
Twenty-six patients, including 22 women and four men ranging in age between 27 and 67 years (average 52 years), comprised the study group. Each patient had had an oculomotor nerve palsy proved by arteriography to be associated with an intracranial aneurysm and each returned to the Massachusetts General Hospital for complete neuro-ophthalmological examination at least 1 year following onset of the palsy. Review of the records of initial hospitalization led to the following characterization of original impairment:
Mild Deficit. Diplopia is present only in the extremes of lateral or vertical gaze; ptosis does not involve the visual axis. Moderate Deficit. Ptosis ranges from involvement of pupillary axis to complete ptosis. There is decreased pupillary reactivity and restricted adduction, elevation, or depression of eye with resulting diplopia in most gaze positions.
Complete Deficit. There is total loss of adduction, elevation, and depression of the eye.
The aneurysm was shown to be at or near the origin of the posterior conmmnicating artery in 19 patients (12 right and 7 left), Received for publication December 12, 1968. 528 along the supraclinoid portion of the internal carotid artery before its bifurcation in six patients, and within the cavernous sinus in one patient. Fifteen patients had an ipsilateral common carotid artery ligation and one an internal carotid artery ligation (Group A); seven had no surgery (Group B); and two underwent craniotomy with encasement of the aneurysm in muscle or plastic (Group C).
No patients in this series had complete post-ligation angiograms as it has not been our practice to repeat angiography on asymptomatic patients. None of the patients in this series had an open exposure of the aneurysm following carotid ligation.
Evaluation
Details of each history and examination are recorded in Table 1 . Omitted from the table are visual acuity and intraocular pressure; these factors were recorded but were not found to be significantly altered by the third nerve paresis or its treatment. Each patient was rated for recovery of third nerve function as follows:
Grade 1. Full recovery. Deficit was restricted to slight pupillary abnormality (less than 1 mm difference) or less than 30% reduction in amplitude of any muscle. Grade 2. Satisfactory partial recovery. Good symptomatic results were achieved; the follow-up deficit occasionally showed minor intermittent horizontal diplopia, less than 50% restriction of medial and inferior rectus, diplopia with upward gaze, slight ptosis, or minor examples of aberrant regeneration which involved the lid and pupil (such as the pseudo-Graefe phenomenon). 
